Rationale: Patients rarely display eye movement dysfunctions as the primary symptom in transient ischemic attack.
Introduction
Transient ischemic attack (TIA) is a medical emergency that represents a warning of an impending stroke with the probability of 1/3. Acute diagnosis of TIA depends on the presence of a transient neurological deficit caused by ischemic origin fitting a vascular territory, a normal examination, and no neuroimaging evidence of infarction. [1] The symptoms such as loss of muscle power, sensation, or vision are generally represented in cerebral ischemic episodes. However, manifestations of posterior circulation TIA are easily overlooked, and once the cerebral infarction has occurred, it represents a life-threatening emergency. In this report, we present a case of a patient initially presenting with paroxysmal external strabismus of the left eye that eventually developed into brain infarction, demonstrating the importance of recognizing the atypical symptoms of TIA.
Case report
A 58-year-old man presented with a 1-month history of paroxysmal exotropia in the left eye and double vision (Fig. 1) . The symptoms lasted about 1 min, and the interval with normal performance was 4 or 5 days. Magnetic resonance imaging (MRI) showed no obvious abnormality. However, 11 days later, the episodes lasted more than 10 min and the frequency was increased. In addition, the patient had a headache and was unable to ride a bicycle. The patient had a history of hypertension and smoking. The neurological examination showed deficits of the right visual system and an unstable performance in the left finger-nose test, but revealed no further symptoms. Diffusion weighted imaging revealed a high signal involving the left cerebellar hemisphere and the bilateral occipital lobe (Fig. 2) . Neck color Doppler ultrasound revealed low velocity and high resistance in the bilateral vertebral artery. Based on the clinical manifestation and MRI findings, acute cerebral infarction was diagnosed and the patient immediately received 
Discussion
TIA is a common neurological disease and often develops into cerebral infarction. Diagnosis of TIA is based largely on the patient's symptom recall and clinical judgment. This is particularly challenging for the diagnosis of posterior circulation TIA, which can give rise to diverse clinical manifestations. The most frequent symptoms are dizziness, unilateral limb weakness, dysarthria, headache, nausea or vomiting, gait ataxia, nystagmus, and eye movement dysfunction. [2] These symptoms are usually accompanied by each other during the episodes. Here, we report a case that presented with transient eye movement dysfunction as the only manifestation, which had never been observed before in TIA.
The midbrain has a complex anatomic configuration and is associated with eye movement. The nucleus of the oculomotor nerve is mainly located in the ventral border of the periaqueductal gray of the midbrain, and it comprises several subnuclei which are involved in controlling different ocular functions. Patients with midbrain infarction involving the subnuclei of the oculomotor nerve that presents as isolated medial rectus palsy have been reported before. [3, 4] Interestingly, this patient initially presented with paroxysmal exotropia of the left eye as the only symptom, and neurological examination and MRI did not reveal any causes for the symptoms. With further progression of the disease, the later MRI revealed the infarction of the left cerebellar hemisphere and the bilateral occipital lobe. This observation stresses the need to recognize atypical manifestations of TIA in its early stage to provide timely treatment to reverse the neurological symptoms in patients.
